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Update: Trends in AIDS Incidence — United States, 1996 


Provisional surveillance data about acquired immunodeficiency syndrome (AIDS) 
for the first 6 months of 1996 indicated a decrease in deaths among persons with 
AIDS, attributed primarily to the effect of antiretroviral therapies on the survival of 
persons infected with human immunodeficiency virus (HIV) (7). This report describes 
a decline in AIDS incidence during 1996 compared with 1995 and the continued de- 
cline in AIDS deaths; the findings indicate that HIV therapies are having a widespread 
beneficial impact on the rate of HIV disease progression in the United States.* 

Cumulative AIDS cases among persons aged 213 years reported to CDC through 
June 1997 from the 50 states, the District of Columbia, and the U.S. territories were 
analyzed by sex, age, race/ethnicity, and mode of risk/exposure’ (2). Estimates of 
AIDS incidence and deaths were adjusted for delays in reporting. For analyses by 
risk/exposure, estimates were adjusted for the anticipated reclassification of cases in- 
itially reported without an HIV risk/exposure (2). To adjust for the 1993 expansion of 
the AIDS reporting criteria’, estimates of the incidence of AIDS-opportunistic illnesses 
(AIDS-Ols) were calculated from the sum of cases reported with an AIDS-Ol and cases 
with estimated dates of diagnosis of an AIDS-Ol that were reported based only on 
immunologic criteria (2). AIDS-Ol incidence was estimated quarterly through Decem- 
ber 1996 (the most recent period for which reliable estimates were available). Deaths 
among persons with AIDS were identified by review of medical records and death 
certificates and represent both deaths from HIV-related and other causes. AIDS preva- 
lence was estimated as the cumu!stive incidence of AIDS based on the 1993 expanded 
AIDS case criteria minus cumulative deaths. Populations with <500 estimated cases 
were excluded because the estimates of annual percentage change from 1995 to 1996 
in AIDS-Ol incidence, deaths, and prevalence are not reliable. 


*Single copies of this report will be available until September 19, 1998, from the CDC National 
AIDS Clearinghouse, PO. Box 6003, Rockville, MD 20849-6003; telephone (800) 458-5231 or 
(301) 217-0023. 

'Categories included persons aged 20-64 years of white, black, or Hispanic race/ethnicity but 
excluded persons infected through receipt of contaminated blood/blood products and persons 
with other or no risks reported. 

§Conditions in HIV-infected persons that were added to the AIDS case definition in 1993 included 
laboratory measures of severe immunosuppression (i.e., CD4+ T-lymphocyte count 
<200 cells/uL or percentage of total lymphocytes <14) and three clinical conditions: pulmonary 
tuberculosis, recurrent pneumonia, and invasive cervical cancer. 
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AIDS-Ol Incidence 

During 1996, AIDS-Ols were diagnosed in an estimated 56,730 persons, a decline of 
6% compared with 1995 (Figure 1). This represents the first calendar year during 
which AIDS-Ol incidence overall did not increase in the United States. 

From 1995 to 1996, AIDS-O! incidence declined in all four geographic regions of 
the United States (West [12%], Midwest [10%], Northeast [8%], and South [1%])1. 
AIDS-Ol incidence decreased in all 5-year age groups; men; non-Hispanic whites and 
Hispanics; men who have sex with men (MSM); injecting-drug users (IDUs); and men 
who reported both of these exposures (MSM-IDUs) (Table 1). The largest proportion- 
ate declines occurred among non-Hispanic white MSM (Figure 2) and non-Hispanic 
white and black MSM-IDUs (Table 2). AIDS-Ol incidence leveled among non-Hispanic 
blacks. The greatest proportionate increases in AIDS-Ol incidence occurred among 
non-Hispanic black men (19%), Hispanic men (13%), and non-Hispanic black women 
(12%) who had heterosexuai risk/exposures (Table 2). 


1 Northeast=Connecticut, Maine, Massachusetts, New Hampshire, New Jersey, New York, Penn- 
sylvania, Rhode Island, and Vermont; Midwestz=lilinois, Indiana, lowa, Kansas, Michigan, Min- 
nesota, Missouri, Nebraska, North Dakota, Ohio, South Dakota, and Wisconsin; 
South=Alabama, Arkansas, Delaware, District of Columbia, Florida, Georgia, Kentucky, Louisi- 
ana, Maryland, Mississippi, North Carolina, Oklahoma, South Carolina, Tennessee, Texas, 
Virginia, and West Virginia; and West=Alaska, Arizona, California, Colorado, Hawaii, Idaho, 
Montana, Nevada, New Mexico, Oregon, Utah, Washington, and Wyoming 


FIGURE 1. Estimated incidence of AlDS-opportunistic illnesses (AIDS-Ols) and 


estimated number of deaths among persons aged >13 years with AIDS (AIDS deaths), 


adjusted for delays in reporting, by quarter year of diagnosis/death — United States, 
1984-—1996* 
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*Points represent quarterly incidence; lines represent “smoothed” incidence. Estimates are not 
adjusted for incomplete reporting of AIDS cases 
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TABLE 1. Estimated incidence* of AlDS-opportunistic illnesses (AIDS-Ols) and 
estimated number of deaths among persons aged >13 years reported with AIDS, by 
sex, race/ethnicity’, exposure category, and percentage change in AIDS-Ols and 
deaths from 1995 to 1996 — United States 


AIDS-Ols Deaths 


% Change % Change 
1995 1996 from 1995 1996 from 
Characteristic No. No. 1995 to 1996 No. No. 1995 to 1996 
Sex 
Men 49,360 45,240 - 42,000 31,440 -25 
Women 11,260 11,490 8,140 7,340 -10 
Race/Ethnicity 
White, non-Hispanic 24,370 21,130 21,700 14,670 
Black, non-Hispanic 24,090 24,030 18,840 16,460 
Hispanic 11,410 10,800 9,010 7,220 
Exposure category 
MSM$ 28,640 25,530 24,880 17,310 
MSN-IDU! 3,580 3,030 1 3,310 2,490 
Male-IDU 12,880 12,140 10,790 8,970 
Female-IDU 4,950 4,750 3,830 3,440 
Heterosexual contact 
Male 3,420 3,790 2,300 2,120 
Female 5,900 6,320 3,980 3,640 


Total** 60,620 56,730 - 6 50,140 38,780 


*Estimates are presented rounded to the nearest 10 because they do not represent exact 
counts of persons with AIDS-Ols but are estimates that are approximately +3% of the true 
value. 

*Numbers for races other than black and white were too small for meaningful analysis. 
Persons of Hispanic origin may be of any race 

3Men who have sex with men. 

{Injecting-drug user. 

**Includes persons aged 213 years with hemophilia/coagulation disorders, transfusion 
recipients, or with other or no risks reported 














From 1995 to 1996, annual AIDS incidence changed abruptly compared with the 
magnitude and direction of the average annual changes in AIDS-OI incidence during 
1992-1995. During these years, AIDS-Ol incidence increased but was characterized by 
a slowing in the growth of the epidemic overall (average annual change from 1992 to 
1995 was 2%) (1,2). The magnitude and/or the direction of the average annual change 
in AIDS-Ol incidence from 1992 to 1995 was substantially different from the change 
from 1995 to 1996 among men (1% versus -8%) and women (10% versus 2%); 
whites (-2% versus -13%), non-Hispanic blacks (7% versus 0), and Hispanics (4% ver- 
sus -5%); MSM (-1% versus -11%), men and women |DUs (3% versus -6% and 
5% versus -4% , respectively), and MSM-IDUs (-3% versus -15%). 


Deaths Among Persons Reported with AIDS 

Deaths among persons reported with AIDS declined 23% in 1996 compared with 
1995, with the largest declines occurring during the last three quarters of 1996 
(Figure 1). From 1995 to 1996, deaths declined in all four geographic regions (West 
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FIGURE 2. Estimated incidence of AlDS-opportunistic illnesses (AIDS-Ols) and 
estimated number of deaths among non-Hispanic white men who have sex with 
men aged >13 years with AIDS (AIDS deaths), adjusted for delays in reporting, by 


quarter year of diagnosis/death — United States, 1984—1996* 
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*Points represent quarterly incidence; lines represent “smoothed” incidence. Estimates are not 
adjusted for incomplete reporting of AIDS cases 


TABLE 2. Estimated incidence* of AlDS-opportunistic illnesses (AIDS-Ols) among 
persons aged >13 years, by race/ethnicity’, sex, and exposure category, and 
percentage change from 1995 to 1996 — United States 





White, non-Hispanic Black, non-Hispanic Hispanic 
% Change % Change % Change 

Exposure from from from 

category 1995 1996 1995to 1996 1995 1996 1995to 1996 1995 1996 1995 to 1996 
Men 

MSM! 16,600 14,060 -15 7,330 7,110 3,900 

iu’ 2,470 2,280 2 6,840 6,540 3,470 3,240 

MSN-IDU 1,690 1,410 -17 1,290 1,120 — nih 

Heterosexual 640 620 - 2? 1,970 2,340 780 880 
Women 


IDU 1,090 1,030 - §* 2,920 2,860 - 900 820 - 9 
Heterosexual 1,270 1,220 -4 3,300 3,700 | 1,270 1,330 











*Estimates are presented rounded to the nearest 10 because they do not represent exact counts of persons 
with AIDS-Ols but are estimates that are approximately +3% of the true value. 

"Numbers for races other than black and white were too small for meaningful analysis. Persons of Hispanic 
origin may be of any race. 

5Men who have sex with men. 

‘injecting-drug user. 

**Excluded because estimates were <500 

The annual percentage changes were calculated from modeled point estimates before rounding. 
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[33%], Midwest [25%], Northeast [22%], and South [19%]); among men and women; 
among all racial/ethnic groups; and in all risk/exposure categories (Table 1). 


AIDS Prevalence 

Approximately 235,470 persons in whom AIDS has been diagnosed are still living, 
and from 1995 to 1996, the prevalence of AIDS increased 11% (Table 3). MSM 
accounted for the largest proportion (48%) of persons with AIDS, and the largest 
proportionate increases in prevalence occurred among men and women who ac- 
quired AIDS through heterosexual contact (28% and 23%, respectively), the only 
risk/exposure category that experienced increases in AIDS-Ol incidence. 

Reported by: State and local health depts. Div of HIV/AIDS Prevention-Surveillance and 
Epidemiology, National Center for HIV, STD, and TB Prevention, CDC. 

Editorial Note: The findings in this report document the first overall decline in the an- 
nual incidence of AIDS-Ols in the United States. Concurrently, annual deaths among 
persons aged >13 years reported with AIDS also have decreased. Temporal trends 
in AIDS cases and deaths are the result of changes in the rate of new HIV infections, 
AIDS diagnoses resulting from progression of HIV disease to AIDS, and deaths of HIV- 
infected persons. The declines in AIDS-OI incidence and deaths reflect the impact of 
both HIV prevention efforts and the use of antiretroviral therapies and AIDS-Ol! pro- 
phylaxis. 

During 1996, AIDS-Ol incidence declined for almost all populations and in all 
regions of the country, and deaths declined substantially (23%) compared with 1995. 
The actual decline in AIDS-Ol incidence is probably greater than the estimates in this 
report because there are insufficient longitudinal clinical data to model the impact of 
the newly available antiretroviral therapies on AIDS-Ol incidence. However, the 1996 
AIDS surveillance data are consistent with reports that recent improvements in HIV 


TABLE 3. Estimated prevalence* of AIDS among persons aged >13 years, by sex and 
exposure category, and percentage change from 1995 to 1996 — United States 








Exposure 1995 1996 % Change from 
category No. (%) No. (%) 1995 to 1996 


Men 
MSM! 101,970 48) 111,860 ( 48) 10 
iDUs 43,800 21) 48,000 20) 10 
MSM-IDU 14,170 ( 7) 14,660 6) 3 
Heterosexual 9,620 ( 5) 12,300 5) 28 
Total 173,560 82) 191,040 81) 10 
Women 
IDU 17,840 8) 19,700 8) 10 
Heterosexual 18,610 9) 22,860 10) 23 
Total 38,080 18) 44,440 19) 17 


Total? 211,650 235,470 (100) 11 


*Estimates are presented rounded to the nearest 10 because they do not represent exact counts 
of persons with AIDS-Ols but are estimates that are approximately +3% of the true value. 
™Men who have sex with men. 

§injecting-drug users. 

{Includes persons aged 213 years with hemophilia/coagulation disorders, transfusion recipients, 
or with other or no risks reported. The sum of the estimates for men and women may not 
equal total annual estimates because of rounding. 
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care are preventing or delaying the onset of AIDS-Ol and deaths among many popula- 
tions of HIV-infected persons (3). Recent declines in AIDS incidence also have been 
reported in several western European countries and have been attributed to wide- 
spread use of combination antiretroviral therapies (4 ). 

Data from CDC’s Adult/Adolescent Spectrum of Disease (ASD) (5) project indicate 
that an increasing proportion of HIV-infected persons are receiving combination 
antiretroviral therapy. Among HIV-infected persons observed in clinical care in ASD 
during 1995-1996, the prescribed use of combination antiretroviral therapy increased 
from 24% of 5027 persons in the second half of 1995 to 65% of 2973 persons in the 
second half of 1996 (CDC, unpublished data, 1997). Use of these therapies is expected 
to increase because revised HIV treatment guidelines recommend earlier initiation of 
combination antiretroviral therapy in HIV-infected persons without AIDS-defining con- 
ditions (6). 

Ensuring timely access to HIV-care services for HIV-infected persons remains 
important because in many persons HIV infection is not diagnosed until AIDS is diag- 
nosed (7). To enable HIV-infected persons to benefit from treatment advances, HIV 
counseling and testing programs in screening and health-care settings must better 
facilitate early diagnosis of HIV infection and ensure that HIV-infected persons have 
access to care and treatment services. 

Despite the decreases in AIDS-Ol incidence and deaths in 1996, AIDS-Ol incidence 
remained high, and HIV infection remained a leading cause of death among persons 
aged 25-44 years (8). AIDS-Ol incidence continued to increase among persons who 
were infected through heterosexual contact. Until effective veccines are developed, 
continued emphasis on behavioral risk-reduction and other prevention strategies tar- 
geted to these populations is the most effective way to reduce HIV infections. 

The 1996 AIDS surveillance trends illustrate how surveillance data are now affected 
by both patterns of HIV incidence and HIV treatment advances. In comparison, surveil- 
lance based on a diagnosis of HIV infection is not affected by changes in the progres- 
sion of HIV disease. CDC supports both HIV and AIDS surveillance in 30 states. 
Among these states, the number of prevalent HIV and AIDS cases combined is ap- 
proximately 2.5 times greater than the number of prevalent AIDS cases alone (1,2). 
HIV/AIDS surveillance programs in these states provide a more timely measure of 
emerging patterns of HIV transmission, a more complete estimate of the number of 
persons with HIV infection and disease, and a better mechanism to evaluate access to 
HIV testing and medical and prevention services than AIDS surveillance alone (9). 

Although AIDS surveillance continues to be essential for understanding reasons 
for the lack of timely access to HIV testing and care and the failure of treatment regi- 
mens to delay HIV disease progression, HIV surveillance is becoming increasingly im- 
portant as more infected persons receive effective antiretroviral therapy. In June 1997, 
the Council of State and Territorial Epidemiologists (CSTE) recommended that all 
states implement HIV case reporting by name from health-care providers and labora- 
tories (70). The Association of State and Territorial Health Officers has provisionally 
endorsed the CSTE recommendation pending a vote of its full membership. CDC re- 
cently provided additional resources to state and local surveillance programs that plan 
to or are conducting HIV case surveillance in addition to AIDS surveillance. 

All states and territories should conduct HIV case surveillance as an extension of 
their AIDS Surveillance programs, and CDC is developing HIV surveillance policy and 
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technical guidance to assist all states and territories to conduct HIV/AIDS case surveil- 
lance. CDC and CSTE recently convened a consultation** to discuss the objectives 
and methods of conducting HIV/AIDS case surveillance. CDC will continue to foster a 
collaborative approach among public health authorities, health-care providers, and 
the community to meet their information needs and to ensure the confidentiality of 
HIV/AIDS surveillance data. 
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** The Consultation on the Future of HIV/AIDS Surveillance was held in Atlanta on May 21-22, 
1997, sponsored by CSTE and CDC. Documents presented at the meeting and a meeting 
transcript can be obtained from the CDC National AIDS Clearinghouse after October 31, 
1997. 


impact of Promotion of the Great American Smokeout 
and Availability of Over-the-Counter Nicotine Medications, 1996 


The 1996 Great American Smokeout (GASO), sponsored by the American Cancer 
Society (ACS), was held on November 21 and included a national promotional cam- 
paign in collaboration with a distributor of over-the-counter (OTC) nicotine medica- 
tions. The 1996 GASO was the first to use a national promotion that included paid 
advertising of the GASO through television, magazines, and newspapers; direct-to- 
consumer promotions; and educational activities about GASO in retail stores that sell 
OTC nicotine medications.* To estimate the impact of this promotional partnership 
between ACS and a distributor of OTC nicotine medications on smoking-cessation 


*Standard promotion of the GASO is organized and promoted by ACS volunteers and staff and 
consists of local activities in malls, businesses, restaurants, hospitals, colleges, and military 
bases. 
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activity, the collaborators’ analyzed data from three sources. This report summarizes 
the findings, which suggest that the promotional campaign, combined with OTC avail- 
ability of nicotine medications, encouraged smoking-cessation activity. 

The 1996 GASO promotion encouraged quitting in general and did not promote 
any specific brand of nicotine medications; the focus of the promotion was on quitting 
on the day of the GASO, November 21. In addition, brand-specific nicotine medication 
advertising largely did not change during the 1996 promotion. To estimate the number 
of persons exposed to television promotions of the GASO, A.C. Nielsen's National TV 
Index Service assessed the number of times viewers in the study sample were ex- 
posed to an advertisement (7); such exposures are known as impressions. 

To estimate awareness of and participation in the GASO, including efforts to quit 
smoking on the day of the GASO, ACS commissioned Lieberman Research, Inc., to 
conduct random-digit-dialed telephone surveys in 1995 and 1996. In 1995, a survey of 
5504 adults aged 221 years, including 1366 smokers, was conducted from November 
17 through November 26. The nationally representative sample comprised >100 inter 
views in each of 48 states; the District of Columbia; Long Island, New York; and the 
cities of Philadelphia, Pennsylvania, and New York, New York. Data were weighted to 
produce national estimates. In 1996, a nationwide survey of 983 adults aged >21 years 
was conducted from November 22 through November 26. Smokers were oversam- 
pled (n=379), and the data were weighted to produce nationally representative esti 
mates (2). Respondents in the 1995 and 1996 surveys were asked, “On the day of the 
Great American Smokeout, which of these things did you do: not smoke cigarettes at 
all; cut down the number of cigarettes you usually smoke; or smoke as much as 
usual?” 

Retail sales of OTC nicotine medications (i.e., Nicorette® nicotine chewing gum, 
NicoDerm® CQ™ nicotine patches, and Nicotrol® nicotine patches)’ in 1996 were esti- 
mated by A.C. Nielsen’s InFact Service, which tallies purchases entered at the cash 
registers of food, drug, and mass merchandisers by electronic Universal Product 
Code (UPC) scanner. Data were collected from a nationally representative sample of 
10,000 outlets located primarily in the top 50 major markets. Purchases from retail 
outlets without scanner technology were estimated by a sample of those stores. The 
sample was then weighted to estimate total unit purchases from all outlets. The result 
ing figures underestimate actual sales (by comparison with factory shipments); there- 
fore, this analysis assumes a 5% underestimation of sales. Projected sales of all three 
OTC nicotine medications were adjusted to account for underestimation. The baseline 
period was defined as the 4-week period ending November 2, and the GASO promo- 
tion period was the 4-week period ending November 30. 

The National TV Index Service reported that the paid advertising specifically for the 
GASO reached 122.1 million adults aged >18 years an average of 2.9 times during the 
3 weeks before and the week of the GASO, representing a total of approximately 
354 million television impressions nationally. Assuming equal distribution of these 
impressions among smokers and nonsmokers, an estimated 30.5 million smokers 
(64% of all U.S. smokers) (2) were exposed to GASO promotions. 


' SmithKline Beecham Consumer Healthcare; Smoking Research Group, University of Pittsburgh; 
Pinney Associates; ACS; and CDC. 

$Use of trade names and commercial sources is for identification only and does not imply 
endorsement by the Public Health Service or the U.S. Department of Health and Human 
Services. 
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Responses to the 1995 and 1996 Lieberman surveys were compared to determine 
whether GASO-related smoking-reduction and smoking-cessation rates changed from 
1995 to 1996. During this period, the percentage of respondents who initiated any 
action during the GASO (either reducing or quitting smoking) increased from 18% in 
1995 to 26% in 1996) (Table 1). The percentage who reported quitting remained the 
same (5% in 1995 versus 6% in 1996); however, the percentage who reported reducing 
their smoking during the GASO increased significantly, from 13% in 1995 to 20% in 
1996. In 1996, reports of smoking behavior were examined at the time of the interview 
(1-5 days following the GASO): 6% of respondents reported quitting smoking, while 
15% reduced their smoking. 

Smoking-cessation activity involving the use of nicotine medications was esti- 
mated using retail sales of such products as reported by InFact. During the 4-week 
GASO promotional period, sales of nicotine medications increased by 11% 
(136,000 units), compared with sales during the baseline period. The proportion of 
units purchased by new users or by repeat purchasers cannot be determined pre- 
cisely; however, the smallest package of OTC nicotine medication provides approxi- 
mately 7 days of therapy; therefore, in this analysis, only the increase in sales during 
the week ending November 23 was assumed to be due to new purchasers and thus 
new quit attempts.! Compared with weekly average sales during the entire 4-week 
baseline period (306,400 units), sales during the week ending November 23 increased 
30% (92,600 units), representing a total of 399,000 units. Thus, the enhanced promo- 
tional activities and the GASO promotion were associated with an estimated 
92,600 attempts at quitting smoking using nicotine medications. 

Reported by: SL Burton, KE Kemper, TA Baxter, SmithKline Beecham Consumer Healthcare; 
S Shiffman, Smoking Research Group, Dept of Psychology, Univ of Pittsburgh, Pittsburgh, 
Pennsylvania. J Gitchell, Pinney Associates, Bethesda, Maryland. C Currence, American Cancer 
Society, Atlanta, Georgia. Epidemiology Br, Office on Smoking and Health, National Center for 
Chronic Disease Prevention and Health Promotion, CDC. 

Editorial Note: Based on nationally representative data for 1965-1994, the prevalence 
of cigarette smoking in the United States appears to have reached a plateau of 
approximately 25% (2,3). Reducing the initiation of smoking among youth is a priority 
reflected in the Food and Drug Administration's final tobacco rule, as well as in 
ongoing public education and awareness efforts such as the GASO. In addition, 
encouraging cessation is a priority; reducing adult smoking produces substantial 


'No evidence suggests the promotion increased repeat purchases. 


TABLE 1. Percentage of respondents who participated in the Great American 
Smokeout, by selected characteristics and year — United States, 1995 and 1996* 
Characteristic 1995 1996 Odds ratio (95% Ci") Chi square pss p value 


Quit smoking 5% 6% 1.2 (0.7-2.0) 0.7 1 <0.41 
Reduced smoking 13% 20% 1.7 (1.2-2.3) 11.8 1 <0.001 


Any participation’ 18% 26% 1.6 (1.2-2.1) 11.7 1 <0.001 











*In 1995, a survey of 5504 adults aged >21 years was conducted, and in 1996, a survey of 
983 adults aged 221 years was conducted. Data for each year were weighted to produce 
national estmates for the respective year. 

'Confidence interval 
§Degrees of freedom. 

{Either attempts to reduce or quit smoking. 
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short-term and long-term benefits in health improvements and cost savings (4). Since 
1977, ACS has sponsored the annual GASO to encourage smokers to stop smoking for 
at least 24 hours. Evaluation of mass media campaigns and previous GASO efforts 
suggests that public promotions can increase smoking-cessation activity (5,6). 

The findings in this report suggest that the GASO promotional campaign and OTC 
availability of nicotine medications encouraged smoking-cessation activity. These 
findings illustrate the substantial impact of an intensive event-related campaign in 
promoting smoking-cessation activity. in comparison, data from another source on 
the use of nicotine medications in 1995 indicated only a 2% monthly increase in nico- 
tine medication prescriptions for November over the annual average; however, there 
was no promotional campaign nor OTC availability of the products (7). OTC availabil- 
ity of the nicotine patch and nicotine gum appears to remove a possible barrier to their 
use (i.e., obtaining a prescription) and allows more direct promotion of these products 
and smoking cessation to the general public. 

A recent analysis conducted in a setting that simulated OTC availability of three 
currently available OTC nicotine medications found a continuous (biochemically vali- 
dated) quit rate of 8% at 12 months using data pooled across studies (8). Using the 
single-week comparison as the most valid indicator of initial quitting attempts (rather 
than repurchase) and assuming that any product purchased was used for a quit at- 
tempt, the increase in nicotine medication use attributable to the 1996 GASO promo- 
tion produced an estimated 7400 additional former smokers. 

The findings in this report are subject to at least three limitations. First, because no 
record was maintained of nonrespondents for the Lieberman surveys, response rates 
could not be calculated. As a result, the level of response bias cannot be determined. 
Second, the sampling methods of the 1995 and 1996 surveys were different; however, 
data from both surveys were weighted to produce nationally representative data and, 
therefore, were considered comparable. Third, the estimate of the impact of the pro- 
motional campaign on smoking cessation may not be precise because all purchasers 
of nicotine medications were assumed to be the user of the product and because retail 
sales data comprise both new and repeat purchases. 

The findings in this report suggest that promoting smoking cessation can increase 
quit attempts. Smokers interested in quitting smoking should be strongly encouraged 
to do so and should optimize their chances for quitting by using effective treatments 
as outlined by the Agency for Health Care Policy and Research (9). Marketing and 
promotion efforts designed to promote attempts to quit, along with OTC availability of 
nicotine medications, are a useful part of a national strategy to decrease the preva- 
lence of smoking. 
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As part of its continuing commemoration of CDC's 50th anniversary in June 1996, 
MMWR is reprinting selected MMWR articles of historical interest to public health, 
accompanied by a current editorial note. Reprinted below is the first published report 
(published December 8, 1973) of a large-scale systematic study of community expo- 
sure to emissions from a lead smelter. 


EPIDEMIOLOGIC NOTES AND REPORTS 





HUMAN LEAD ABSORPTION — Texas 


In December 1971, the City-County Health Department in El Paso, Texas, discovered 
that an ore smelter in El Paso was discharging large quantities of lead and other me- 
tallic wastes into the air. Between 1969 and 1971, this smelter had released 1,116 tons 
of lead, 560 tons of zinc, 12 tons of cadmium, and 1.2 tons of arsenic into the atmos- 
phere through its stacks (Table 1). 

Twenty-four hour air samples to determine the amounts of lead and other heavy 
metals suspended in the atmosphere were collected throughout 1971 and again 
between July 1972 and June 1973 by the local health department. Both series of tests 
showed that mean concentrations of metallic wastes in the air were highest immedi- 
ately downwind of the smelter and that levels decreased logarithmically with distance 
from the smelter. The annual mean lead level immediately downwind of the smelter in 
1971 was 92 uG/m?3 and in 1972-73 was 43 uG/m?3; the U.S. Environmental Protection 
Agency's proposed safe upper limit for airborne lead content is 2.0 uG/m? of air (1). No 
metallic emissions were found near any of 15 other industrial establishments studied 
in El Paso. 


Table 1 
Particulate Waste Stack Emissions (in Tons [t]), by Year 
El Paso Smelter, 1969-1971 





Total 


Year 


Particulates 


Lead 


Cadmium 


Arsenic 





1969 
1970 
1971 


1,443t 
2,274 
1,282 


292t 
511 
313 





Total 


4,999t 








1,116t 














Source: El Paso City-County Health Department 
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Similarly, soil samples taken by the health department at selected sites within the 
urban area between June and December 1972 showed the highest concentrations of 
lead and other metals to be in surface soil from within 0.2 miles of the smelter 
(Figure 1). Samples of drinking water, milk, and food obtained from homes in El Paso 
between January and March 1972 by the health department were uniformly free of 
lead. 

Preliminary testing programs to evaluate the effect of the environmental contami- 
nation on human blood lead levels were conducted in El Paso between January and 
March 1972 by the local health department, the smelting company, and CDC. These 
initial studies showed that 43% of persons in all age groups and 62% of children 
through age 10 years living within 1 mile of the smelter had blood lead levels 
>40 unG%, a level considered to be evidence of undue lead absorption (2). There was a 
lower prevalence among persons living at greater distances from the smelter. No 
cases of overt lead poisoning were noted. 

In August 1972, a random survey of the entire population living within 4.1 miles of 
the smelter in south and west El Paso was conducted by the health department and 
CDC. The area was divided along census tract lines into 3 strata, roughly concentric 
about the smelter and each with a radius of 1.0-1.5 miles. In the small, innermost stra- 
tum, all households were visited; in the 2 outer strata, approximately 2% of house- 
holds were selected. Of 833 occupied households included in the survey, 672 (80.6%) 
were reached for the interview. A venous blood sample for lead analysis by atomic 


Figure 1 
LEAD SURFACE SOIL LEVELS 
EL PASO, TEXAS, AND DONA ANA COUNTY, NEW MEXICO — 1972 
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absorption spectrophotometry (AAS) was obtained from all persons up to age 
20 years and from every other person above that age; samples of paint, soil, house- 
hold dust, and pottery were also collected in each home for lead analysis by AAS. In 
all age groups, the percentage of blood levels >40 uG% was found to be highest in 
those persons living nearest the smelter (Figure 2), and the prevalence was highest in 
the youngest individuals; migration rates among these persons were low. In area |, 
5 (8.5%) of 59 persons 1-19 years of age with blood lead levels >40 uG% had moved 
into the area in the 2 years preceding the survey. In areas Il and Ill, the migration rate 
for persons 1-19 years of age with blood levels >40 1G% was 8.2% (4 of 49); 1 person 
in this group had moved from area I. 

A total of 1,971 paint samples were collected for lead analysis. In area |, 9 (39.1%) 
of 23 children 1-4 years had exposure to at least 1 paint sample with a lead content of 
1.0% or more; the comparable figures for areas II and III were 11 (33.3%) of 33 and 
17 (34.0%) of 50 children, respectively. These three rates were virtually identical (p>0.9 
by Chi-square). 

Analysis of over 4,000 soil and household dust samples indicated that the mean 
content of lead in these specimens was significantly higher in area | than in areas Il 
and Ill. Furthermore, persons 1-19 years with blood lead levels >40 1G% were found to 
have been exposed to soil and dust samples with significantly higher (p<0.001) mean 
lead contents (3,264 ppm for soil, 3,522 ppm for dust) than persons with blood lead 
levels below 40 uG% (means: 1,032 ppm and 1,279 ppm). 

Pottery vessels were used for food storage or preparation in 37 homes visited. After 
1% hydrochloric acid incubation for 6 hours, 2 of 6 vessels from sector |, 6 of 19 from 
sector Il, and 4 of 12 from sector Ill had a lead content 2100 G per ml in the eluate. 
(Reported by Bernard F. Rosenblum, M.D., M.PH., Director, El Paso City-County Health Depart- 
ment; James M. Shoults, Acting Environmentai Engineer, El Paso City-County Health 
Department; J. Julian Chisolm, Jr,. M.D., Chief of Pediatrics, Baltimore City Hospitals; Commu- 
nity and Environmental Management Activities, Bureau of State Services, CDC; the Field 
Services Branch, Bureau of Epidemiology, the Toxicology Section, Clinical Chemistry, Hematol- 
ogy, and Pathology Branch, Bureau of Laboratories, CDC; and a team of E/S Officers.) 
Editorial Note: It may be estimated from this prevalence survey, using 1970 U.S. Cen- 
sus data, that at least 2,700 persons 1-19 years of age in El Paso had blood lead levels 
240 uG% at the time of the survey (Table 2). These results indicate that the problem of 
undue lead absorption affects persons across all of south and west El Paso to a dis- 
tance of at least 4 miles from the smelter. Lead emitted by the smelter and deposited 
in soil and dust would appear to be the major source of the lead absorbed by humans; 
the accumulation in the soil and dust of emitted lead is facilitated by several features 
of the local environment, particularly the aridity, the sheltering effect of the high 
mountains, and the frequent thermal inversions. Ingestion of lead-based paint may 
account for a small fraction of cases of undue absorption (at most 1/3) in the youngest 
children. Careful neurologic and psychologic studies of persons in El Paso with blood 
lead levels >40 uG% have been conducted and are being compared with results of 
similar studies in a matched group with lower lead levels. This story will make it pos- 
sible to ascertain objectively whether any persons are suffering subtle but possibly 
permanent neurologic or psychologic sequelae from prolonged lead absorption. 

Control measures undertaken to date include partial reduction of smelter emission 
and relocation to more distant public housing of approximately 500 persons who had 
lived closely adjacent to the smelter property. 
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Figure 2 
PERCENT OF HUMAN BLOOD SAMPLES* WITH 
LEAD LEVELS >40 1.G%, EL PASO, TEXAS — 1972 
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Editorial Note—1997: When a team of Epidemic Intelligence Service officers from 
CDC, led by Dr. Philip Landrigan, joined the local health department in El Paso, Texas, 
in March 1971 to investigate lead exposure associated with an ore smelter, the scien- 
tific understanding of pediatric lead toxicity was about to enter a period of rapid pro- 
gress. Many studies have since documented the public health threat posed by poorly 
controlled lead emissions from lead smelters around the world (7). The range of lead 
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Table 2 
Estimated Numbers of Persons 1-19 Years With Blood 
Lead Levels >40 .G%, by Distance from Shelter 
El Paso, Texas — August 1972 





Sample Group Population 1-19 Years* 





Projected No. 
Distance from % With Blood with Blood Lead 
Smelter (Miles) No. Tested Lead >40 1G% No. of Children >40 1G% 


0-1.0 259 43.2 723 312 
1.1-2.4 246 11.0 12,316 1,355 
2.5-4.1 253 9.5 11,486 1,091 
Total 758 19.9 24,525 2,758 


*1970 Census 











exposure produced in populations living near lead smelters has, in turn, facilitated 
studies of the mechanisms and health consequences of pediatric lead exposure. 

A major objective of the El Paso investigation was to determine whether high blood 
lead levels (BLLs) in children were associated with smelter emissions or were ex- 
plained by other lead sources also found in the community. A high level of lead emis- 
sions in a residential area was not then assumed to be a public health threat, as it is 
today. A 1972 National Academy of Sciences report on lead, while motivated by grow- 
ing concern about widespread dispersal of lead in the environment, stated in its 
preface: “lead attributable to emission and dispersion into the general ambient envi- 
ronment has no known harmful effects” (2). In El Paso, the inverse gradient in air (3), 
dust, and soil contamination as one moved away from the smelter, and the parallel 
blood lead gradient (also found in a complementary investigation of lead exposure in 
Juarez, Mexico [4 ]) supported the argument that soil and dust are important vehicles 
of exposure. This finding foreshadowed subsequent research demonstrating the path- 
way from lead in soil and dust to lead contamination of hands to lead in blood, pre- 
sumably from normal hand-to-mouth behavior and ingestion of contaminated soil 
and dust (5-7). 

In 1975 and 1976, CDC investigators, led by Dr. Edward Baker, documented the po- 
tential for exposure to leaded dust among children of workers at a secondary lead 
smelter in Tennessee (8). Their findings and those of other investigations of “take- 
home” lead exposure that followed brought about provisions in the 1978 Occupa- 
tional Safety and Health Administration (OSHA) standard for occupational lead 
exposure requiring hygienic measures in general industry to prevent lead workers 
from carrying lead dust home on their skin, shoes, and clothing (9). 

In the 1960s and 1970s, children living near smelters or in the households of 
smelter workers were only a small part of a widespread national problem of “undue 
lead absorption” (70). In urban areas, deteriorated lead paint in older housing made 
the problem especially acute. In the same year as the El Paso survey, a door-to-door 
survey of inner-city children in Rochester, New York, found a mean BLL of 44 g/dL (5), 
which was close to that measured near the El Paso smelter. 

Since the early 1970s, it also has become more clear that lead is a multimedia con- 
taminant and that demonstrating the importance of a given source does not rule out 
the contribution of other sources. For example, data from the Second National Health 
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and Nutrition Examination Survey (NHANES Il) conducted from 1976 through 1980 
indicated that the mean BLL among children aged <6 years residing in rural areas was 
14 g/dL (average levels were 3-6 1g/dL higher among children living in more urban- 
ized areas) (77). During the same period, widespread population exposure to lead 
emissions was reflected in average BLLs that declined in close parallel to the decreas- 
ing consumption of leaded gasoline (72). Thus, children living near the El Paso 
smelter, children in the homes of lead workers, and children in downtown Rochester 
probably shared with children across the country a contribution to their BLLs from 
lead in gasoline. Local sources, added to the higher background exposure prevalent at 
the time, resulted in BLL distributions that are extremely high by today’s standards. 

Perhaps the most telling indication of how the scientific view of lead exposure has 
changed since 1971 is that, in 1971 “undue lead absorption” referred only to BLLs 
240 g/dL. Numerous subsequent studies documented that BLLs much lower than 
40 ug/dL, then considered acceptable, adversely impact the health of children without 
causing overt symptoms. For example, investigators from CDC’s Bureau of Epidemiol- 
ogy, again led by Dr. Landrigan, found an inverse relation between BLLs and nerve 
conduction velocities among children exposed to emissions from a smelter near 
Kellogg, Idaho (73). As the decade closed, Dr. Herbert Needieman’s landmark study 
was published, demonstrating lower cognitive test scores and higher teachers’ ratings 
of behavioral problems among children with higher tooth lead levels but no history of 
Clinically overt lead poisoning (174). 

Epidemiologic studies identified subclinical effects of lead by comparing the health 
of children with different levels of lead exposure. For most U.S. populations studied in 
the 1970s, the least exposed children had BLLs well above the average in the U.S. 
population today. Thus, health effects at lower levels could not be detected. As popu- 
lation BLLs decreased through the 1980s, careful prospective studies found subtle ef- 
fects of lead on learning and behavior at BLLs well below those of the least exposed 
children in El Paso (15). 

In addition to contributing to scientific knowledge about lead exposure and its 
effects on health, findings from the E! Paso survey and others precipitated measures 
to reduce emissions at lead smelters. In 1977, a follow-up investigation by CDC and 
the El Paso Health Department found that BLLs among children living nearest the 
smelter had decreased by approximately 50% (76). More importantly, the El Paso sur- 
vey was a prelude to a large body of continuously refined epidemiologic investiga- 
tions that provided the impetus for actions to dramatically reduce population lead 
exposure from lead in gasoline, soldered food cans, drinking water conduits, and 
other sources in the United States. As a result, mean BLLs among children have de- 
clined nationally by >80% overall and by similar amounts in population subgroups 
defined by age, race, ethnicity, income levels, and urbanization (17,178). More recently, 
international agreements to reduce the use of leaded gasoline may bring about signifi- 
cant reductions in worldwide lead exposure. Ironically, the unfortunate epidemics of 
lead toxicity near smelters in El Paso and elsewhere ultimately enabled more rapid 
progress in understanding and controlling lead exposure than might otherwise have 
been possible. 


1997 Editorial Note by Thomas Matte, MD, MPH, Medical Epidemiologist, Henry Falk, MD, 
Director, Division of Environmental Hazards and Health Effects, National Center for Environ- 
mental Health, CDC. 
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Asthma Mortality — Illinois, 1979-1994 


Asthma is a chronic inflammatory disorder of airways characterized by variable air- 
flow obstruction with airway hyperresponsiveness. In the United States, the mortality 
rate associated with asthma has increased steadily since 1979 (1,2). Uneven distribu- 
tions of deaths attributable to asthma have been observed among different racial/ 
ethnic groups (3,4 ). To examine the distribution of asthma deaths in Illinois, trends in 
asthma death rates were analyzed for 1979-1994 for Illinois residents. This report pre- 
sents the findings of this analysis, which indicated that, compared with asthma death 
rates in the United States for 1982-1991, rates in Illinois were higher and the asthma 
mortality ratio for blacks to whites was higher. 
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Asthma deaths were abstracted from vital records listing asthma as the underlying 
cause of death (/nternational Classification of Diseases, Ninth Revision, codes 493.0- 
493.9). Intercensal population estimates for Illinois were obtained from the U.S. Bu- 
reau of the Census. Because of the high accuracy of diagnosing asthma in persons 
aged <35 years (>95%) (5), this analysis presents age-adjusted death rates for persons 
aged 5-34 years. Calculations of race-specific rates were limited to blacks and whites 
because numbers for other races were too small to enable estimation of stable rates. 

During 1979-1994, the annual age-adjusted asthma death rate for persons aged 
5-34 years in Illinois increased by 341%, from 3 per million to 15 per million. From 
1982 to 1991, the increase was 57%, higher than the national average of 42% for the 
same period (7). Except in 1986, the annual death rate was consistently higher in Illi- 
nois than in the United States by an average of 56%. Annual rates and increases were 
similar for males and females during 1979-1994 in Illinois. 

The death rates for asthma were higher among blacks than whites. The asthma 
death rate for whites in Illinois was indistinguishable from that for whites nationally; 
however, the death rate for blacks in Illinois was twice as high as the national rate for 
blacks for most years from 1982 through 1991 (Figure 1). This resulted in a greater 
black-to-white asthma mortality ratio in Illinois (9) than nationally (<5). This ratio in- 
creased to 10 in 1994 in Illinois. 

Reported by: HL Howe, PhD, L Landrum, MS, JR Lumpkin, MD, Illinois Dept of Public Health. 
Div of Applied Public Health Training (proposed), Epidemiology Program Office, CDC. 


FIGURE 1. Age-adjusted death rate* for asthma as the underlying cause of death for 
persons aged 5-34 years, by race’ and year — Illinois, 1975-1994, and United States, 
1982-19915 
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*Per 1 million persons, age standardized to the 1980 U.S. population. 

"Data are presented only for blacks and whites because numbers for other races were too small 
to calculate stable estimates. 

5Reference 7. 
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Editorial Note: An estimated 14 million persons in the United States are affected by 
asthma (6), and each year, 4000-5500 deaths are caused by asthma. In addition, mor- 
bidity and mortality from asthma have continuously increased and have had a dispro- 
portional impact on some population subgroups (7). Although acute episodes of 
asthma can be fatal, most deaths from asthma are preventable with appropriate medi- 
cal management (7). 

Changes in both prevalence and severity of asthma could affect mortality. The 
prevalence of asthma has increased in the United States (8) with increased recogni- 
tion and diagnosis of asthma by physicians; increased exposure to environmental al- 
lergens and irritants; and increased exposure of children to maternal smoking, 
household crowding, and poverty (17,2,8). Factors associated with the increased risk 
for death from asthma include excessive exposure to allergens and air pollution; 
underestimation of the severity of asthma; psychosocial instability; overuse of in- 
haled, short-acting B-agonists; underuse of corticosteroids; substance abuse; and in- 
adequate access to appropriate health care (1-3,7). 

The higher overall rate of asthma mortality and the wider gap between the rates for 
blacks and whites in Illinois than in the United States primarily were because of the 
high death rate for blacks rather than a lower death rate for whites. Additional study is 
needed to determine reasons for the race-specific differences in the rates. Previous 
studies comparing mortality from asthma between blacks and whites indicate that 
asthma mortality, regardless of race, is inversely correlated with income (4,9,10). This 
disparity in asthma mortality between blacks and whites is associated with the gener- 
ally lower socioeconomic status (SES) for blacks and possibly attributable to greater 
exposure to allergens and pollutants and poor access to and use of appropriate health 
care among persons of lower SES (7). 

State and territorial public health agencies have a critical role in the surveillance 
and prevention of asthma morbidity and mortality. Most states do not have asthma 
surveillance and prevention programs (6). CDC encourages states to actively use ex- 
isting asthma-related data to assess the local burden of asthma and to use that infor- 
mation to target asthma-control and asthma-prevention programs to at-risk 
populations (6,8). 
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Clarification and Erratum: Vol. 46, No. RR-15 


The word “tuberculosis” was omitted in the title of the MMWR Recommendations 
and Reports and should read “Anergy Skin Testing and Tuberculosis Preventive Ther- 
apy for HIV-infected Persons: Revised Recommendations.” 

On page 1, in the second paragraph under the Summary heading, an incorrect 
word was used in the second sentence. The sentence should read “Because of the 
complications associated with TB disease in HIV-infected persons, these persons must 
be screened for tuberculosis infection.” 


Erratum: Vol. 46, No. 35 


In the article “Update: Influenza Activity—Worldwide, March-August 1997,” on 
page 817, the sentence beginning on line 7 should read: “In Asia, of the 65 influenza B 
viruses associated with sporadic and outbreak activity since March, 21 (32%) were 
characterized as B/Beijing/184/93-like, and 44 (68%) were B/Victoria/02/87-like.” 
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FIGURE I. Selected notifiable disease reports, comparison of provisional 4-week totals 
ending September 13, 1997, with historical data — United States 


DISEASE DECREASE INCREASE Sa 
Hepatitis A 1,508 
Hepatitis B 385 
Hepatitis, C/Non-A, Non-B 
Legionellosis 
Malaria 
Measles, Total 
Meningococcal Infections 
Mumps 
Pertussis 
Rabies, Animal 
Rubella 
0.0625 0.125 0.25 0.5 
Ratio (Log Scale)* 
Beyond Historical Limits 
*Ratio of current 4-week total to mean of 15 4-week totals (from previous, comparable, and 


subsequent 4-week periods for the past 5 years). The point where the hatched area begins is 
based on the mean and two standard deviations of these 4-week totals. 


TABLE |. Summary — provisional cases of selected notifiable diseases, 
United States, cumulative, week ending September 13, 1997 (37th Week) 





Cum. 1997 Cum. 1997 








Anthrax 

Brucellosis 

Cholera 

Congenital! rubella syndror 
Cryptosporidiosis* 
Diphtheria 

Encephalitis: California* 


Plague 
Poliomyelitis, paralytic 
Psittacosis 
Rabies, human 
Rocky Mountain spotted fever (RMSF) 
Streptococcal disease, invasive Group A 
: Streptococcal toxic-shock syndrome* 
eastern equine* Syphilis, « ongenital* 
St. Louis* Tetanus 
western equine* Toxic-shock syndrome 
Hansen Disease Trichinosis 
Hantavirus pulmonary syndrome*' Typhoid fever 
Hemolytic uremic syndrome, post-diarrheal* Yellow fever 
HIV infection, pediatric** 














no reported cases 
*Not notifiable in all states 
"Updated weekly from reports to the Division of Viral and Rickettsial Diseases, National Center for Infectious Diseases (NCID) 
5Updated monthly to the Division of HIV/AIDS Prevention-Surveillance and Epidemiology, National Center for HIV, STD, and 
TB Prevention (NCHSTP), last update August 26, 1997 
Updated from reports to the Division of STD Prevention, NCHSTP. 
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TABLE Il. Provisional cases of selected notifiable diseases, United States, 
weeks ending September 13, 1997, and September 14, 1996 (37th Week) 


Escherichia 
coli 0157:H7 Hepatitis 
AIDS Chiamydia NETSS' PHLIS Gonorrhea C/NA,NB 


Cum Cum Cum Cum Cum Cum Cum Cum Cum Cum 
Reporting Area 1997* 1996 1997 1996 1997 1997 1997 1996 1997 1996 
UNITED STATES 39,488 47,124 305,281 301,570 1,577 9 92,165 220,938 2,211 2,463 
NEW ENGLAND 1,740 1,971 12,352 12,042 1 } 4,183 4,572 47 
Maine 42 31 659 655 1 41 41 
26 58 510 517 67 112 
30 14 283 273 37 42 
604 995 108 4,7 ) 57 548 537 
113 128 1,398 } ] 321 
Conn 925 745 
MID. ATLANTIC 12,364 2,811 
Upstate N.Y. 1,935 67 
6,469 053 
2,526 497 
1,434 589 
E.N. CENTRAL 2,905 3,751 
Ohio 626 834 


460 
































70 


499 


W.N. CENTRAL 
Minn 


CENTRAL 


CENTRAL 


5,629 

5,292 

27,581 

MOUNTAIN 1 1,3 16,609 
Mont 3 | 134 
idaho X 043 
K 398 

896 

2,299 

7,321 

1157 

1,761 

PACIFIC 50,002 
Wash ] 6,408 
Oreg 3,432 
Calif 56 38,010 
Alaska 3 1,049 
Hawaii 1,103 


31 

U 

N . 
Amer. Samoa U 
C.N.M.1 N U 2 
Commonwealth of Northern Mariana Islands 
pidemiology, National Center for HIV, STD, and TB Prevention, 





N: Not notifiable U: Unavailable no reported cases C.N.M.1 
*Updated monthly to the Division of HIV/AIDS Prevention-Surveillance and E 
,last update August 26, 1997 

National Electronic Telecommunications System for Surveillance 

Public Health Laboratory Information System. 
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TABLE Il. (Cont’d.) Provisional cases of selected notifiable diseases 
weeks ending September 13, 1997, and September 14, 1996 ( 
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883 


, United States, 
37th Week) 





Reporting Area 


Legionellosis 


Lyme 
Disease 


Malaria 


Syphilis 
(Primary & Secondary) 


Tuberculosis 


Rabies, 
Animal 








Cum 
1997 


Cum 
1996 





Cum. 
1997 


| 


Cum 
1996 





Cum 


1997 1996 





Cum 
1997 


Cum 





1996 


Cum 
1997 


Cum 
1996 





Cum 
1997 





UNITED STATES 


NEW ENGLAND 
Maine 
N.H 


MID. ATLANTIC 
Upstate N.Y. 


E.N. CENTRAL 
Ohio 

Ind 

i 

Mich 

Wis 


W.N 
Minn 


CENTRAL 


S. ATLANTI 
el 

Md 

D.C 

Va 

W. Va 

NC 

S.C 

Ga 

Fla 


CENTRAL 


CENTRAL 


MOUNTAIN 
Mont 
Idaho 

Wyo 


Amer. Samoa 
C.N.M.1 


608 
52 


&DONnW A 


635 


6,543 
2,093 
8 


23 
6 
223 
280 
1,553 
3,538 
1,481 
34 
868 
1,155 
62 
41 
17 


4 
4 


1,113 
42 
7 


on 


no 


nN 
OWoOwWON 


w w 
ae 
Qn@o® 


5,634 
107 


4 @ 
OU @wo 


ou 
~—OWNOo & 


~ 
© 


8,320 


12,085 


308 
11 
10 

4 

176 
27 
80 

233 

300 

145 

459 

329 


155 


13,308 
302 
17 

9 

149 


24 
102 


2,465 


~ w of > 
“IN CS OWnNug ~W 
=) NY DON OSODDSAD 


@ 
ons 
oo 


5,430 
841 
150 
28 





N: Not notifiable 


U: Unavailable 


-: NO reported cases 
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TABLE Ill. Provisional cases of selected notifiable diseases preventable by vaccination, 
United States, weeks ending September 13, 1997, 
and September 14, 1996 (37th Week) 
H. influenzae, Hepatitis (Viral), by type Measles (Rubeola) 


invasive A 8 Indigenous ported’ 
Cum. Cum Cum Cum Cum } Cum Cum Cum 











Reporting Area 1997* 1996 1997 1996 1997 1997 1997 1997 
UNITED STATES 759 775 19,271 19,400 5.996 4,773 1 59 47 
NEW ENGLAND 466 107 6 
Maine 47 6 y 1 
N.H 22 ’ 9 
Vt 9 5 5 
Mass 184 43 
Rl 2 111 12 
Conn 93 32 
MID. ATLANTIC 341 x 885 
Upstate N.Y. ; D 223 5 
N.Y. City < 500 
NJ 193 
Pa ! 5 425 
E.N. CENTRAL 866 
Ohio ] 240 

215 
446 
863 
102 


























132 
335 


18 
72 


W.S. CENTRAL 
Ark 

La 

Okla 

Tex 
MOUNTAIN 
Mont 

idaho 


) 


nN 


PACIFIC 
Wash 
Oreg 
Calif 
Alaska 
Hawaii 


Nw ~ 
“NUDOfSS NWODNW— 


Guam U 
PR 

VI U 
Amer. Samoa U U 
C.N.M.1 6 10 1 U 





N: Not notifiable U: Unavailable no reported cases 


*Of 170 cases among children aged <5 years, serotype was reported for 91 and of those, 37 were type b 
"For imported measles, cases include only those resulting from importation from other countries. 
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TABLE Ill. (Cont’d.) Provisional cases of selected notifiable diseases preventable 
by vaccination, United States, weeks ending September 13, 1997, 
and September 14, 1996 (37th Week) 


Meningococcal 

Disease Mumps Pertussis 
Cum Cum Cum. Cum Cum Cum } Cum. } Cum 
| 1996 1997 1997 1996 


Reporting Area 1997 1997 } 1997 
14 407 505 7 5 3 136 214 
1 ; 3é 1 25 


7 





Rubella 














1997 








UNITED STATES 
NEW ENGLAND 


18 


Nn, 


nN 
ti— 2 BNNZ 


Amer. Samoa 
C.N.M.| 4 


N: Not notifiable 





U: Unavailable no reported cases 
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TABLE IV. Deaths in 122 U.S. cities,* week ending 
September 13, 1997 (37th Week) 


All Causes, By Age (Years) 





{ 
Pad’ All Causes, By Age (Years) 


wee] Sapering Ave All | 65 jesse [25-44] +26 








Reporting Area All 
Ages >65 | 45-64] 25-44] 1-24 








Ages 











NEW ENGLAND 84 2 12 
Boston, Mass ! 31 28 4 
Bridgeport, Conn g 

Cambridge, Mass 

Fall River, Mass 

Hartford, Conn 

Lowell, Mass 

Lynn, Mass 

New Bedford, Mass 

New H aven C mn 

Providence, R.! 

Somerville, Mass 
Springfield, Mass 
Waterbury, Conn 
Worcester, Mass. 


1,299 
141 
241 57 4 


¢ 


139 5 
r 


MID. ATLANTIC 
Albany, N.Y. 
Allentown, Pa 
Buffalo, N.Y 
amden N J 
Elizabeth, N 
Erie, Pa 
Jersey City 
New York 
Newark, N 
Paterson, N 
Philadelphia, Pa 
Pittsburgh, Pa.§ 
Reading, Pa 
Rochester, N.Y 


Schenectady, N.Y 


4 
4 


84 
aul, Mine 5 39 
Wichita, Kans 47 








J: Unavailable no reported cases 

*Mortality data in this table are voluntarily reported from 122 cities ir 2 States, most of which have populations of 100,000 or 
more. A death is reported by the place of its occurrence and by the week that the death certificate was filed. Fetal deaths are not 
included 

'Pneumonia and influenza 

‘Because of changes in reporting methods in this Pennsylvania city, these n 
counts will be available in 4 to 6 weeks 


mbers are partial counts for the current week. Complete 
‘Total includes unknown ages 
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